was still getting episodes of mild weakness, but was feeling significantly improved without objective signs of weakness on examination. He was then started on carbimazole IS mg three times a day. Two weeks later he felt 'like a new man'; he had no further weakness, was able to run upstairs without difficulty and had returned to full-time work as a fire officer.
Discussion
Periodic paralysis is a rare complication of thyrotoxicosis and is found mostly in Orientals. Of 228 cases documented up to 1961 (Engel 1961 were Japanese and only 20 were Caucasians, none from the United Kingdom, and an but two of these were under the age of 40 years. MacFadzean & Yeung (1967) found 25 cases, mostly males, in 1366 consecutive Southern Chinese thyrotoxic patients. The reason for this racial preponderance in Oriental people has not been established. Millikan & Haines (1953) found fewer than 30 with concurrent hyperthyroidism in 400cases offamilial periodic paralysis and suggested that cases of thyrotoxic periodic paralysis are probably cases of latent periodic paralysis brought to light by the development of thyrotoxicosis. Indeed, if the manifestations of thyrotoxicosis are excluded, the provocative factors, the biochemical findings and the clinical picture during attacks are indistinguishable from those of familial periodic paralysis (Yeung & Tse 1974) . However, the two conditions differ in several important respects. Patients with thyrotoxic periodic paralysis tend to be older at the time of presentation, a positive family history is uncommon and they improve on treatment of the thyrotoxicosis.
A review of the literature indicates that this is the first reported case in a Caucasian Briton. The diagnosis of periodic paralysis was established conclusively when severe weakness was associated with a serum potassium of only 2.02 mmol/l, and the severity of the symptoms was directly related to a marked fall in the potassium level.
Although the mechanism of periodic paralysis remains uncertain, clinically it is undoubtedly related to a fall in serum potassium. Various methods of reducing the potassium level, including diuretics, high carbohydrate diet and increased physical activity, have been shown to precipitate paralysis, but not in our patient when in hospital, yet weakness developed at home and on each of three occasions when he was examined and found to be weak the serum potassium levels were significantly reduced and always at weekends. Streeten (1966) had noted the tendency for attacks to occur on the same day of the week, perhaps in relation to eating and drinking habits. Our failure to induce paralysis was probably because the stress studies were carried out on weekdays when 0141-0768/80/070520-05/$01.00/0 paralysis apparently could not occur.
The roleofpropranolol in preventing or reducing the severity of symptoms remains unknown. Yeung & Tse (1974) found propranolol to be beneficial in just over halfof a small number of patients studied. Our patient's symptoms were greatly improved by propranolol, but he was not freed from his disability until he had started specific antithyroid treatment. It has also not been established where the potassium goes when the serum level drops during episodes of paralysis; the hypokalaemia is probably due to a shift of potassium into the cells, in particular into skeletal muscle. This is associated with a change in the chemical composition of skeletal muscle, resulting in interference with actinomycin action and hence paralysis (Streeten 1966) .
It is still not known why only a few patients with untreated thyrotoxicosis develop this distressing complication, why Orientals should be more susceptible and why it is almost never seen in Caucasians. 
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Behcet's syndrome is a multisystem disorder of unknown aetiology in which the diagnosis is established on the basis of four major and a larger number of minor criteria (Mason & Barnes 1969) . Recurrent oral and genital ulceration with ocular or cutaneous involvement comprise the major criteria. Histological changes are nonspecific, though vasculitis is probably the common denominator and would account for the wide range of abnormalities observed. As no definitive diagnostic procedure is available, disputes surrounding the inclusion of unusual or even unreported features are not uncommon and can only be resolved by thorough investigation of individual cases and rigorous exclusion of other disease processes. The case reported here in which there was colonic ulceration and arterial involvement illustrates these points.
Case report
A 31-year-old Kenyan Asian female patient presented in October 1978 with severe orogenital ulceration and arthralgia which had followed a self-limiting pustular eruption on the scalp six weeks previously. Examination following admission revealed a low grade pyrexia, two punched out vulval ulcers and extensive herpetiform ulceration affecting the oral cavity, which was sufficiently painful to prevent her from eating. Initial investigation revealed a hypochromic anaemia of 10.5g/dl with absent bone marrow iron stores, but normal serum, B I 2 and folate levels. The sedimentation rate was markedly elevated (I3l rum/h) and there was diffuse hyperglobulinaemia with an IgG of 23.2 g/I, IgM 2.18 g/I and IgA 5.6 g/I (normal values < 16.0, 2.0 and 5.0 g/I respectively). Nonorgan specific antibodies, cryoglobulins, syphilitic serology and hepatitis surface antigen were all negative. Serum complement levels (C3 and C4) were normal. Histocompatibility antigens detected were HLA9, All, B7 and BW37. A vulval biopsy revealed nonspecific inflammatory changes underlying an area of epidermal ulceration. No granulomata were seen and stains for AFB and fungi were negative. A mouth swab grew Vincent's organism. Viral studies were negative. A course of oral metronidazole with oxytetracycline and nystatin mouthwashes was ineffective, although the clinical appearances within the mouth only improved following a course of erythromycin and ferrous sulphate.
In December 1978 episodic diarrhoea occurred and persisted despite withdrawal of erythromycin. Preliminary investigations were performed in January 1979and included a normal barium enema (Figure lA) and negative stool examination for pathogens and parasites. Sigmoidoscopy revealed a minimal loss of vascular pattern, and the rectal biopsy showed features consistent with an ischaemic colitis. Amoebic serology was negative. One month later the patient was readmitted with urgency of defaecation, foul liquid stools, anorexia, 10 kg weight loss and a swinging pyrexia. The barium follow through showed a normal small bowel pattern but there was now extensive collarbutton ulceration throughout the colon ( Figure IB) . Multiple, deep punched out ulcers of varying sizes, up to I em across, were seen on colonoscopy (Figure 2 ). The intervening mucosa was essentially normal macroscopically. A colonic biopsy revealed glandular atrophy with crypt abscess formation, and adjacent glands showed goblet cell and mucous retention (Figure 3 ). had an excellent response to prednisolone 60 mg daily, and this clinical improvement was confirmed on sigmoidoscopy. Sulphasalazine was later added to her regime and its was subsequently possible to reduce the steroid dosage to prednisolone 15 mg daily without a relapse of colonic disease. Antituberculous treatment with rifampicin, isoniazid and pyridoxine was continued but complicated by the development of pellagra three months later. Small bowel investigations revealed normal fat absorption, and a jejunal biopsy showed normal appearances on light and electron microscopy. Immunofluorescent studies of small bowel mucosa were negative for IgA, IgM, IgG and C3.
In September 1979, the patient was readmitted with ischaemic changes affecting the thumb and first finger of the right hand. The right radial, left radial, and the left brachial pulses were absent. An arch aortogram demonstrated left subclavian artery occlusion with a prominent collateral circulation ( Figure 4 ). The ischaemic changes in the right hand responded rapidly to intravenous heparin, and the patient was subsequently treated with dipyrimadole and aspirin. Immunosuppressive therapy was added to her regime and she is currently maintained on prednisolone, azathioprine and cyclophosphamide.
Discussion
In this patient, the presenting features of orogenital ulceration with cutaneous and joint manifestations provided three major and one minor criteria for the diagnosis of Behcet's syndrome. Although gastrointestinal and vascular complications are (September 1979) showing a tapered occlusion of the left subclavian artery with a prominent collateral circulation both considered minor features (Mason & Barnes 1969) , neither the colonic involvement nor the arterial occlusion were required to establish the diagnosis on this occasion. The association of 'colitis' with Behcet's syndrome has been reviewed by Smith et al. (1973) who documented 40 examples, including one case of their own. Baba et al. (976) , in a review of the Japanese literature, cited 49 cases of Behcet's syndrome with intestinal involvement and reported 5 further cases. Of these 54 cases, 34 had colonic changes with or without involvement of the terminal ileum. There have been other sporadic reports (Parkins & Wright 1975 , Stanley et al. 1975 , Lebwohl et al. 1977 , Goldstein & Crooks 1978 . Although extra-intestinal manifestations of inflammatory bowel disease may resemble features of Behcet's syndrome (Lukash & Johnson 1975) , and some of the above cases may be better classified as examples of ulcerative colitis or Crohn's disease with aphthous ulceration (Lehner 1977) , there remains a significant number of cases with distinctive features comparable to the radiological, colonoscopic and histological findings in our case. The collar-button ulceration observed radiologically is well described in inflammatory bowel disease (Margulis et al. 1971) , but the lack of other radiological changes and the relatively normal intervening mucosa seen at colonoscopy help to exclude ulcerative colitis or Crohn's disease (Stanley et al. 1975 , Baba et al. 1976 . Similarly, the histological changes are nonspecific, but the presence of crypt abscesses in atrophic glands without evidence of mucus or goblet cell depletion are features of ischaemic colitis, and so help to rule out other causes of colonic ulceration, particularly infective, pseudomembranous, or ulcerative colitis (Whitehead 1973) . In summary, the colonic features described whilst not being pathognomonic, are sufficiently characteristic to justify their inclusion as an integral part of the syndrome. Moreover, they may develop rapidly while other manifestations of the disease are quiescent. Our patient developed severe colonic disease at a time when her orogenital ulceration was in remission, and later developed arterial thrombosis at a time when gastrointestinal symptoms and signs were satisfactorily controlled with therapy. The gastrointestinal manifestations ofBeh~et's syndrome are not restricted to the colon and rectum, for lesions of the hypopharynx (Turner 1972), oesophagus (Brodie & Ochsner 1973 , Lockart et 01. 1976 ) and small intestine (Asakura et 01. 1973 ) have all been described. Nevertheless, most authorities regard gastrointestinal involvement as a decidedly rare event in Behcet's syndrome (Chajek & Fainaru 1975 , Sladen 1979 . It is perhaps significant in our case that an abnormal rectal biopsy was obtained initially in the absence of overt colonic disease, which suggests that subclinical intestinal involvement should be sought routinely in Behcet's syndrome.
Treatment is unsatisfactory and though steroids have been widely used with or without immunosuppressive therapy (Lehner 1977) , there is little firm evidence of their efficacy in cases of Behcet's syndrome with colonic involvement. In the present case, the diarrhoea and sigmoidoscopic appearances improved considerably on steroids. Additional therapy with sulphasalazine was given on a largely empirical basis (Smith et al. 1973) , and the colonic disease remained in remission when the steroids were subsequently reduced. The patient's progress was subsequently interrupted, however, by the development of pellagra. Associated coeliac disease (Ferguson et al. 1976 , Siaden 1979 and malabsorption secondary to a jejunal vasculitis analogous to the colonic pathology, were both considered as causes of this complication. These possibilities were excluded by normal fat absorption studies and a jejunal biopsy showing normal light and electron microscopic appearances. It was subsequently demonstrated that the pellagra was secondary to concurrent isoniazid therapy in combination with a low dietary intake of niacin. This occurred despite B6 supplementation and has been reported elsewhere (Bender & Russell Jones 1979) .
A more serious complication for this patient was the onset of ischaemic changes in the right hand accompanied by radial pulses in both arms and radiological occlusion of the left subclavian artery. Whereas thrombophlebitis and venous thrombosis are recognized features of Behcet's syndrome, major arterial involvement is confined to a small number of case reports (Enoch et 01. 1968 , Jenkins et al. 1976 , Piers 1977 . It has been argued that arterial involvement of this type is more typical of a systemic necrotizing vasculitis such as polyarteritis nodosa. However, as Behcet's syndrome itself is a multisystem disorder with vasculitis as the predominating pathogy, such a distinction would seem to be arbitrary and could only be justified if it significantly altered management or prognosis. In fact steroids, immunosuppressives, fibrinolytic therapy and plasmapheresis have all been used in both Behcet's syndrome and systemic forms of vasculitis. In either event the prognosis can at best be described as guarded.
In summary, the diagnosis of Behcet's syndrome is the most accurate diagnosis currently available for this particular group of clinical features. It may soon be possible to subdivide the conditions included under this heading when more specific diagnostic procedures are available. Our patient undoubtedly has an atypical form of Behcet's syndrome and there are a number of anomalous features which perhaps indicate that severe complications are liable to ensue. Certainly, the severity of her oral ulceration, the markedly elevated ESR, the diffuse hypergammaglobulinaemia and pyrexia were unusual. The fact that her HLA type does not correspond to any ofthe clinical groups described by Lehner & Bachelor (1979) need not rule out the diagnosis, for it may simply reflect the different ethnic origin of our patient.
